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Five viruses (A, B, D, C, and E) have been identified as agents of acute or chronic hepatitis. For most experts, this list of viruses inducing hepatitis is complete. For a few, however, the existence of additional viruses is a distinct possibility, but the importance of these additional viruses, if indeed they exist, is very limited.
Hepatitis A virus (HAV) HAV is an RNA virus. Viraemia is of short duration (two to four weeks) and acute infection is clinically silent in approximately 90% of infected individuals. In approximately 10% of patients, acute HAV infection results in jaundice. In these patients the risk of fulminant liver failure is very low, probably less than 1:1000, and there is no risk of chronic hepatitis.
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Hepatitis D virus (HDV)
HDV is an RNA virus. It is a defective virus which needs the presence of HBV for its replication. In most cases, infection with HDV takes place in patients who have previously had a chronic HBV infection. In these patients, exposure to HBV is followed by chronic HDV infection. Chronic infection with HBV and HDV has the following two characteristics: the replication of HBV is low because of the inhibitory effect of HDV, despite the low replication of HBV, and the activity of chronic hepatitis is high because of the direct cytotoxic effect of HDV.
Hepatitis C virus (HCV)
HCV is an RNA virus. Viraemia is either transient or chronic. Acute infection with HCV is clinically silent in approximately 950/o of the contaminated individuals, but in approximately 5%/o of patients, acute HCV infection results in jaundice. The risk of fulminant liver failure in patients with acute icteric hepatitis C is minimal.
In 60-70% of patients exposed to HCV, whether initially affected by acute hepatitis with jaundice or not, chronic infection takes place. Chronic infection is associated with chronic hepatitis which induces fluctuating serum transaminase activities. In some patients, serum transaminase activities may return to normal for several weeks or several months. In 80-90% of patients suffering from chronic HCV infection, chronic hepatitis activity is mild and does not result in cirrhosis. But in 10-20% of patients with chronic HCV, infection will result in cirrhosis. The delay from initial infection to the development of cirrhosis is usually 10-30 years, but is sometimes shorter (that is five to 10 years).
HCC develops in 15% of the patients with cirrhosis caused by HCV infection. HCV has no oncogenic activity and, as such, HCC is always a consequence of cirrhosis and not of viral infection. 
